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FIGURE 12-1 Passive smoking and lung cancer. The relative risk (point estimate and 95% confidence interval) of lung cancer in nonsmokers whose spouses smoke compared with nonsmokers whose spouses do not smoke for each of the studies given in Table 12-4 and the summary estimate based on all the studies combined. The figures for females are shown first for studies based on male and female subjects. STUDIES: 1. Chan and Fung, 1982; 2. Trichopoulos et al., 1983; 3. Correa et al., 1983; 4. Rabat and Wynder, 1984; 5. Burner et al., 1984; 6. Garfinkel et al., 1985; 7. Pershagen et al., in press; 8. Akiba et al., 1986; 9. Koo et al., in press; 10. Lee et al., 1986; 11. Garfinkel, 1981; 12. Gillis et al., 1984; 13. Hirayama, 1984.
Misclassified Exsmokers and the Tendency for Spouses to Have Similar Smoking Habits
One source of potential bias that would influence the estimates of relative risk is that some people who occasionally smoke or who have smoked in the past may report that they have never smoked. Having smoked, these people are somewhat more likely to develop lung cancer than would true lifelong nonsmokers. Because smokers tend to marry smokers, they are also more likely to have a spouse who smokes or did smoke in the past. Table 12-5 showswith a spouse who smokes. An iportant question to answer is "What true risk, modified by a asonable set of bias-producing factors, could lead to the average ik indicated by the epidemiologic studies?" In the following ctions two computations are given that estimate how much the ne relative risks might be modified as a result of these possible ads of misclassification.her the intake of the relevant carcinogens in active and passive smokers is directly proportional to the relevant intake of nicotine, from which cotinine is derived. Our lack of knowledge of which specific smoke components are responsible for causing lung cancer and ourts of maternal smoking on pulmonary function in
